Background -Broncho-Vaxom (OM-85 BV) increases the resistance of the respiratory tract to bacterial infections by modulating host immune responses. The compound increases serum IgG levels but decreases IgE levels in patients suffering from chronic bronchitis or chronic obstructive pulmonary disease. It increases concentrations of y-interferon (IFN-y),
Broncho-Vaxom (OM-85 BV; OM Laboratories, Geneva, Switzerland), a lyophilised extract of eight species of bacteria which are frequently associated with inflammation of the respiratory tract, has been shown to modulate cellular immune mechanisms leading to increased resistance against bacterial infections.' Oral administration of OM-85 BV induces the production of antibodies against the various components of the immunomodulator.'4 OM-85 BV increases IgG levels but decreases IgE levels in patients with chronic bronchitis or chronic obstructive lung disease.5-7 Furthermore, treatment with OM-85 leads to increased con- In vitro studies have shown that OM-85 BV induces the secretion of type E prostaglandins, tumour necrosis factor (TNF), and nitric oxide in isolated macrophages.' 102 The compound also stimulates the adhesion of human polymorphonuclear leucocytes to endothelial cells.'314 These effects suggest a pharmacological potency of the drug at various levels of the immune system; however, its exact mode of action remains unclear.
A number of activities of IL-6 and IL-8 suggest that these factors have a significant role in mediating inflammatory and immune responses. IL-6 displays various proinflammatory effects that are potentially relevant to inflammation of the airways, including its ability to stimulate proliferation of thymocytes and T cells,'5'6 to stimulate cytotoxic T lymphocyte differentiation,17 to upregulate IL-4 dependent IgE production,'8 and to mediate the terminal differentiation and immunoglobulin production of B cells.'5 In contrast, IL-6 has also been shown to diminish tissue inflammation in animal models of hypersensitivity pneumonitis,9 oxygen toxicity,20 and endotoxin-induced lung injury,2' and to inhibit macrophage production of IL-1. (fig 3) . Similarly, the transcription of cubation of the cells for various times, RNA IL-6, IL-8, or TNF-az stimulated by was extracted for Northern blot analysis or BV was abolished in the presence of DMSO. 
